We report a case of delayed presentation of a gastro-oesophageal fistula following a Heller myotomy and anterior fundoplication for achalasia in a 28-year-old man. After a period of symptom resolution following initial operation, dysphagia and severe heartburn commenced temporarily, related to non-steroidal anti-inflammatory drug (NSAID) use. Endoscopy demonstrated a secondary opening in the lower oesophagus and a barium swallow showed an oesophageal fistula to the stomach. Currently, reasonable symptom control has been obtained on double dose pantoprazole. Barium study best demonstrated the abnormality. NSAIDs should possibly be avoided in cases of severe dysmotility of the oesophagus. Gastro-oesophageal fistula following cardio-oesophageal junction surgery is an uncommon phenomenon. A clear pathway for management has not been identified because of its relative rarity. We report a case occurring following a Heller myotomy and fundoplication in an adult, whose symptoms are currently managed medically. This situation was made more complex by the myotomy communicating with the stomach and peristaltic dysfunction of achalasia.
Gastro-oesophageal fistula following cardio-oesophageal junction surgery is an uncommon phenomenon. A clear pathway for management has not been identified because of its relative rarity. We report a case occurring following a Heller myotomy and fundoplication in an adult, whose symptoms are currently managed medically. This situation was made more complex by the myotomy communicating with the stomach and peristaltic dysfunction of achalasia.
Case history
A 28-year-old fit man presented to our service with intractable heartburn, increasing dysphagia and regurgitation to the throat of several months' duration. Two years earlier, he had undergone a laparoscopic Heller myotomy and anterior fundoplication for type 1 achalasia in another hospital.
Preoperative manometry had confirmed a poorly relaxing lower oesophageal sphincter pressure with a midexpiratory resting value of 35mmHg and fluctuating resting pressure. Partial relaxation to 15mm on swallow was seen and there was complete absence of any peristaltic activity. A preoperative barium study confirmed a bird's beak abnormality, absent peristalsis, a column of barium during swallow and mild oesophageal dilation. A laparoscopic anterior myotomy and anterior hemifundoplication was performed without issue. Postoperative recovery was uneventful and antisecretory therapy was continued indefinitely.
Two years following surgery, non-steroidal anti-inflammatory drugs (NSAIDs) were given for treatment of ankylosing spondylitis. This was not tolerated owing to a severe increase in heartburn. Endoscopy performed elsewhere demonstrated grade 3 oesophagitis and a lateral oesophageal opening just above the sphincter (Fig 1) . Twice daily treatment with 40mg of pantoprazole was instituted with partial reduction in heartburn symptomatology but unchanging dysphagia. NSAIDs were ceased as a result of the aggravation of heartburn symptomatology and the clinical symptoms were incompletely resolved.
The clinical picture was considered that of a gastroesophageal fistula secondary to surgery for achalasia, based on review of the endoscopic photographs, and a barium study was undertaken to confirm this impression (Fig 2) . Appearances were those of a fistula between the anterior fundoplication and the oesophagus several millimetres above the lower oesophageal sphincter zone. The worsening of the heartburn with the NSAIDs was considered to be due to the ulcerogenic effects of the medication.
The patient avoided NSAIDs and undertook treatment of the ankylosing spondylitis with tumour necrosis factor medications with reasonable symptomatic outcome of musculoskeletal discomfort. Reflux symptoms became controlled on double dose pantoprazole.
To date, no surgical or endoscopic therapy has been recommended as symptoms are tolerable on medical treatment. This situation has been stable for 18 months. While surgical treatment for this severe oesophagitis would seem advisable to prevent the development of an oesophageal stricture or Barrett's oesophagus, it seems feasible that surgery could be delayed. The patient has been advised that worsening symptomatology (especially dysphagia) would prompt definitive action. Regular endoscopic review is scheduled.
Discussion
The patient presented with typical worsening reflux symptoms with proximal symptoms of regurgitation. This reflected the uncontrolled reflux of fluid through the fistula, avoiding the antireflux mechanism of the partial fundoplication. Worsening dysphagia was thought to be due to oesophagitis as it became less troublesome after an increased dose of pantoprazole. Such severe reflux may cause nocturnal choking, especially inhalation or laryngospasm. This was not evident in our case.
This situation appears to be an uncommon delayed consequence of previous cardio-oesophageal junction surgery. The wall of the oesophagus was necessarily attenuated as a result of the myotomy and an anterior partial fundoplication allowed communication through the myotomy to the gastric lumen within the fundoplication. Several aetiological factors may have led to this situation, including damage during primary surgery, infection, ulceration secondary to reflux or a suture transgressing mucosal boundaries. The corrosive effect of NSAIDs may have been aetiological, with dissolution of a poorly transmitted pill at the site of the fistula causing local transmural inflammation. The temporal relation with NSAID use is suggestive as so it would seem prudent to avoid oral NSAIDs in cases of poor oesophageal motility. All of these aetiological possibilities remain speculative. A literature search did not reveal any similar cases following a Heller myotomy.
Endoscopy had raised the suspicion of a fistula but did not delineate a passage into the stomach although this was suspected given the history and severe oesophagitis. A barium study, however, confirmed the fistulous track definitively. On this basis, such a study would be recommended in the future. It would seem that a barium study will allow best anatomical assessment.
Tafen et al described 15 cases of oesophagogastric fistula, not all of which were associated with previous fundoplication. 1 A few papers show association with fundoplication. 2, 3 There are reports of other diseases, such as persistent peptic ulceration and neoplasia, which may also cause this phenomenon. 4 Our group has published a series of gastro-oesophageal fistula secondary to fundoplication performed using a polytetrafluoroethylene (PTFE) pledget. 5 Multiple cases characterised by severe epigastric pain ultimately resulted in gastro-oesophageal luminal penetration of PTFE and its removal by endoscopy with pain relief. 
